Adequate treatment of a disease process involves an understanding of the natural history of the disease. It is, of course, highly desirable that the aetiology should also be known and it is useful if terminology is sensible and universally accepted. Ignorance of aetiology and variability of nomenclature, however, are not bars to successful treatment provided that in any given instance the evolution of a disease is fully understood.
This lecture is concerned with a group of conditions of fibroblastic origin which are known collectively as the fibromatoses. Their aetiology is unknown, but their great importance lies, firstly, in the fact that they are often misdiagnosed as true malignant neoplasms and, secondly, in the sad truth that all too frequently they are very badly treated.
Firstly, then, I shall try to define what I mean by a fibromatosis. Secondly, I shall list those conditions which seem to me to justify the label, and, thirdly, I shall deal briefly with selected examples.
Anyone interested in tumours and tumourous conditions of soft tissues knows all too well the vagaries of mesenchymal behaviour, and it is the fibroblastic line of differentiation that I am concerned with here. Terms such as inflammatory, reactive, or neoplastic while appropriate and accurate in many instances are inadequate to define the behaviour patterns of all fibroblastic proliferations. At least one more category is essential, hence the fibromatoses. This concept has been developed largely since the second world war, and most of the main papers have been in the American literature. Nevertheless, the existence of this strange group of fibroblastic disorders has been known for many years, and Janssen (quoted by Touraine and Ruell) wrote Histologically the lesion is made up of small, plump fibroblastic cells which tend to be smaller and less spindle-shaped than those seen in many fibromatoses. They infiltrate surrounding muscle and fat and may engulf nerves and skin adnexial structures. In mature lesions there may be a fine stippling of calcium detectable on radiographs and visible to the naked eye in histological sections (Fig. 4) The macroscopic and microscopical appearances of this type of fibromatosis are very characteristic. The masses have illdefined margins and a typical whorled appearance reminiscent of a uterine fibroid (Fig. 5) . Microscopically they show welldifferentiated fibroblastic tissue (Fig. 6) This uncommon fibromatosis is characterized by a firm, painless enlargement of the gums which usually begins with the eruption of the pernanent dentition. Very rarely it may be present at birth." The condition is often inherited as a dominant trait but sporadic cases are also encountered. The disease may be associated with hypertricosis, feeble-mindedness, neurofibromatosis, hemifacial hyperplasia, and cherubism.
Recurrences Although there are variations within the group most fibromatoses have a great capacity for recurrence after surgical removal. In the Westminster series of musculoaponeurotic fibromatoses at least one recurrence was noted in 41% of cases. Two recurrences occurred in 9% and three recurrences in 5% of cases. Many of these cases, however, were referred to Westminster Hospital because the lesion had already recurred at least once. In the series of 30 cases involving the shoulder girdle described by Enzinger and Shiraki2" local recurrence was observed in 57% of cases. Major surgery including three amputations was necessary to eradicate the disease, but it was indeed eradicated in all cases in the end. In Goldman's review of 34 cases of the aponeurotic fibroma re-excision for recurrent In this context it may be mentioned that Nadel22 was able to produce nodular fibroblastic proliferations in the abdominal cavity of guinea-pigs by the use of stilboestrol subcutaneous implants. These had the histological appearances of a fibromatosis. It is tempting to recall at this point that palmar fibromatosis is one of the stigmata of cirrhosis of the liver in which hyperoestrogenism is known to occur. In addition, Pojer et al.' discussed the increased incidence of palmar fibromatosis in chronic alcoholism and also in epileptics receiving long-term anticonvulsant therapy. They noted increased enzyme abnormalities in patients with liver disease and palmar fibromatosis which were hard to explain. They referred eventually to a fibromatous hereditary tendency.
Trauma has been invoked particularly in the case of fibromatosis colli, palmar fibromatosis, and desmoids of the abdominal wall, but the evidence is on the whole unconvincing for these three variants. Nevertheless, trauma of many kinds does seem able to trigger off the fibromatosis process in some people. Enzinger and Shiraki20 described cases where the process developed in operation scars and in sites of injury from a variety of agents. In this complex picture, however, only the word predisposition really rings true, with definite familial tendencies in some cases.
Conclusion
This has been a very brief account of a clinicopathological concept of the fibromatoses. The necessity for this third world of fibroblastic behaviour seems to me to be inescapable. This concept, if understood better by clinicians and pathologists alike, must result in better treatment and the removal of the fear of cancer from many lives.
